SUMMARY Serum C reactive protein (CRP), IgG, and IgA levels were measured in 22 patients with ankylosing spondylitis (AS) and in 20 patients with rheumatoid arthritis (RA) to study the regulation of these proteins in inflammatory disease states. In both RA and AS the mean CRP, IgG, and IgA levels were raised above normal values. Although IgA and CRP levels showed a significant positive correlation in RA (r=0-53, p=0-02), there was no correlation between these values in AS (r=0.24, p=0-29). The difference in correlation coefficients between the AS and RA groups was significant at a p=005 level. In RA the raised IgA levels may be another manifestation of the acute phase response, as shown by the good correlation between IgA and CRP in that disease. In AS, however, the IgA levels, although raised, do not correlate with CRP levels, suggesting that the mechanism of increase of IgA in the two diseases is different. Gut mediated immune stimulation has been proposed as a cause of raised IgA levels in AS.
Laboratory markers of inflammation are considered useful in monitoring the disease activity and response to treatment of many rheumatic diseases. The erythrocyte sedimentation rate (ESR) is one such marker and has been shown to correlate with disease activitzy in RA and systemic lupus erythematosus. Acute phase proteins such as CRP have been shown to respond more quickly to changes in disease activity and may be more useful than the ESR.3 4 Immunoglobulin levels are also affected in RA. Most authors report raised serum IgG and IgA levels but only rarely increases in IgM levels.5 6 Since RA is a disease associated with polyclonal B cell activation,7 we would expect IgA levels to be raised in proportion to other immunoglobulins as well as the acute phase reactants.
In AS the importance of laboratory parameters is less clear. The ESR 10 Recently, however, a report has suggested that CRP levels measured by rate nephelometry, as was used in this study, correlate well with overall disease activity in AS. '2 We studied sera from 42 patients with RA and AS for both CRP and immunoglobulin levels, looking for a relation between these variables in different disease states. Presumably, an inflammatory stimulus in a joint or enthesis would cause increases in both levels, and a positive correlation would be seen in both AS and RA, but a markedly different relationship was found.
In RA we found moderate increases of IgG, IgA, and CRP levels as compared with normal historical controls, and as other authors have found.'6 When paired sets of data from each patient with RA were plotted ( Fig. 1 ) a significant correlation was seen between IgA and CRP levels (r=0-53, p=0-02 by Spearman's correlation coefficient). The increase of IgA levels in these patients may be a result of the same inflammatory stimulus that causes an increase in the CRP level. In addition, polyclonal B cell activation is known to accompany RA, and may account for the increases in both IgA and IgG levels.7
In AS, raised IgG, IgA, and CRP levels were found that did not differ significantly from those in RA. Other authors have also reported these increases.9 10 13 14 17 No correlation was found, however, between CRP and IgA in AS (r=0-24, p=0-29). Fig. 2 shows the wide scatter of these data points.
Therefore 
